ABSTRACT. Some leukocyte effector cell-surface molecules movement toward the adjoining target cells takes place during the reaction of NK cytotoxicity (NK R). The majority of the moving molecules are usually anchored via a divalent-ion-dependent interaction ( P M M -M2+). The released P M M -M 2+ can interact also with the secreted tumor necrosis factor alfa (TNF-a). In agreement with P M M -M 2 § movement, the number of TNF-a binding sites on the target cell surface increases during NK IL In addition, antibodies against P M M -M 2+, as well as n-mannose-or N-acetyl-D-glucosamine-terminatcd oligosaccharides of P M M -M 2+ inhibit NK R. A more detailed analysis of P M M -M 2+ with monocional antibodies used flow cytometry and cellsurface biotinylation. Only 3 of 31 tested CD antigens (CD2, LAK-I and CD45) were passed through this first strongly restricted experimental screening. The EDTA-released LAK-1 antigen, but not CD2 and CD45, interact with TNF-a and cell surface via a mannose-inhibitable interaction dependen.t on the presence of Ca 2+ ions. The mechanism of possible participation of P M M -M 2+ in cytotoxic events is discussed in relation to Ca 2+ influx and subsequent cytolysin secretion.
interaction ( P M M -M2+). The released P M M -M 2+ can interact also with the secreted tumor necrosis factor alfa (TNF-a). In agreement with P M M -M 2 § movement, the number of TNF-a binding sites on the target cell surface increases during NK IL In addition, antibodies against P M M -M 2+, as well as n-mannose-or N-acetyl-D-glucosamine-terminatcd oligosaccharides of P M M -M 2+ inhibit NK R. A more detailed analysis of P M M -M 2+ with monocional antibodies used flow cytometry and cellsurface biotinylation. Only 3 of 31 tested CD antigens (CD2, LAK-I and CD45) were passed through this first strongly restricted experimental screening. The EDTA-released LAK-1 antigen, but not CD2 and CD45, interact with TNF-a and cell surface via a mannose-inhibitable interaction dependen.t on the presence of Ca 2+ ions. The mechanism of possible participation of P M M -M 2+ in cytotoxic events is discussed in relation to Ca 2+ influx and subsequent cytolysin secretion. The reversibility of cell-cell contact is accomplished by regulatory mechanisms. These include changes of the surface divalent-ion concentration (Lowenstein 1976), proteolysis of cell-surface molecules (Obrink et al. 1986 ) aggregation of cell-surface proteins (Chuck et al. 1990 ) or modification by low-molar-mass groups, such as glycosyls (Sia et aL 198t; Hofmann and Edelman 1983) .
Besides integral membrane proteins, peripheral molecules can participate in membrane recognition or adhesion phenomena. Peripheral membrane molecules have no transmembrane segment. They bind to the cell surface by affinity or nonpeptidic covalent interaction and some of them have a different binding site for the extracellular ligand (immunoglobulins, complement molecules, some soluble forms of receptors and adhesion molecules). Peripheral membrane molecules anchored by divalent-ion-dependent interaction ( P M M -M 2 +) belong to the fraction of molecules released simply by EDTA treatment of cells. The structures responsible for their cell surface deposition are very little characterized. Possibly lectins with a divalent-ion-dependent binding site (Ashwell and Kawasaki 1974; Kawasaki and Ashwell 1976) (mainly lectins of C-type) and, similarly, integrins (Shaw et aL 1986) would be considered as candidates of integral membrane anchoring proteins.
